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Background: Bronchial arteries (BAs) form a pre-alveolar anastomotic network with pulmonary arterioles which supply a flow of 0.5-2% of the 
cardiac output. In conditions such as pulmonary arterial obstruction (PAO) and pulmonary hypertension (PH), recruitment of systemic-pulmonary 
collaterals (SPC) via enlarged BAs may cause shift of up to 1/3 of systemic blood flow to distal PA as part of a compensatory mechanism driven 
by net gradient between aortic and PA wedge pressures. This adaptive process and migration of systemic endothelium to pulmonary circulation via 
SPC may be a target for PH specific therapies or denervation procedures. We aimed to assess SPCs in different subgroups of PH and evaluate the 
correlates of SPC recruitment.
method: Study population comprised of 102 patients (pts) (age 47 ±15 years) with PH [idiopathic (IPAH, n=18), congenital heart disease 
associated (APAH-CHD, n= 39), chronic thromboembolic (CTEPH, n=34) and acute pulmonary embolism (APE, n=11)]. All pts with PH received 
targeted therapies. PH and right ventricular systolic pressures were assessed by Doppler echo and a confirmatory heart catheterization. SPCs were 
detected by aortic late-phase imaging of pulmonary angiograms assessed by multidetector computed tomography.
Results: Functional Class (FC) was 3,5±0,3 and PA systolic and mean pressures (PASP,PAMP) were 95.2±27 and 61.1±13 mmHg, mean pulmonary 
and systemic vascular resistances (PVR, SVR) and PVR/SVR were 10,7±3,4 and 21±2.4 WU and 0,50±0,3 respectively. Doppler estimates of PASP, 
PAMP and invasively measured PASP, PAMP, PVR, SVR and PVR/SVR were comparable among 3 PH subgroups. SPCs were noted in 25/34 pts with 
CTEPH (73,5%), 24/39 pts with APAH-CHD (61,5%), 11/18 pts with IPAH (61%) and 1/11 pts with APE (9,1%) (p<0.05). The proximity of PAO in 
CTEPH and duration of disease in all PH subgroups were associated with SPC recruitment (p<0.05). 
conclusion: Recruitment of SPCs is common in different subgroups of chronic and severe PH and serves as an adaptive mechanism to supply 
systemic blood flow to alveolar level via a capillary network. Clinical significance of SPCs in relation to targeted therapies and/or denervation 
procedures remains to be determined.
